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streptococci. Metabolic toxins, as in uraemia, may act directly on the
stomach or, by lowering resistance, prepare the soil for bacterial in-
fections. Examples of this type of gastritis may be given. Faber found
that in a child who died on the third day of acute diphtheria the whole
mucous membrane of the stomach was oedematous and hyperaemic
with blood extravasations and an enormous infiltration of polymorpho-
nuclear leucocytes; areas occupied by superficial haemorrhages had
become necrosed and formed erosions in many places. Vimtrup reported
the case of a young man who died of influenza and had an acute
gastritis with erosions involving the whole organ from cardia to pylorus,
a condition of "pan-gastritis1; except for vomiting there had not been
any sign of the condition during life. In dogs with an artificial gastric
fistula similar inflammatory changes have been produced by the injec-
tion of diphtheria toxin (E. Thomsen).
The rare condition known as phlegmonous gastritis belongs to the Phlegmonous
group of cases of haematogenous origin; it is associated with acute %astntls
general infections, but the lesion is not caused by the toxins only; nor is it
limited to the mucosa and submucosa; the whole gastric wall is involved,
and the infecting organism is found in the tissues. Intense hyperaemia,
oedema, and polymorphonuclear infiltration are present, and there is
purulent infiltration of the submucosa, which on incision exudes beads
of pus. The entire stomach may be involved, but circumscribed forms
are also described. Streptococcal infections are said to have been
present in 70 per cent of cases; staphylococcal, B. coll, and pneumococcal
infections are also reported.
(2)—Irritation Gastritis
This is produced by the ingestion of irritating substances or poisons
which act directly on the mucosa; the action may be chemical or physical.
Of substances commonly taken alcohol in excess is one of the most
powerful irritants. Coarse food also may produce irritation gastritis, as
shown experimentally in young calves fed on a rough diet (Simpson).
Substances producing 'food-poisoning* may affect the mucosa directly
or by a toxic action after absorption. On similar diets containing irritat-
ing substances some persons develop gastritis and others escape; a
second factor, such as idiosyncrasy, must be necessary for its develop-
ment. One of these determining factors is a hyperchlorhydria which
appears to be a constitutional and persistent condition. This effect of Effect of
hyperchlorhydria has been confirmed experimentally in guinea-pigs. The
animals* stomachs were kept hyperacid for a long period and they were
then given minute amounts of mustard oil. The experimental animals
developed gastritis, and the control animals on the same doses were
unaffected.
(3)—Gastritis due to Defective Diet
The general character of the diet is probably of great importance in
the aetiology of gastritis, in respect of the balance of foodstuffs, protein,

